A 48-year-old woman developed an occlusion of the superior mesenteric artery resulting in infarction of the jejunum, ileum and proximal colon up to the splenic flexure. She underwent extensive small intestinal resection followed by a jejunocolic anastomosis; the residual jejunal length was 35 cm. She was morbidly obese prior to intestinal resection (weight 102 kg; BMI 45.7) and steadily lost weight following the surgery. Initially, she experienced marked diarrhoea post-resection; this improved until she was experiencing four to eight bowel movements daily.
She re-presented two years later with painless haematuria when she was found to have multiple calculi in the left kidney. She underwent lithotripsy following which a temporary renal stent was inserted for six months. Baseline serum electrolytes, calcium and liver profiles as well as 24-hour urine calcium and urate excretion at this time were normal. She had significant renal impairment with subnormal creatinine clearance as well as raised serum creatinine and urea following this episode, which resolved partially. She was advised to go on a low-calcium diet.
She was re-evaluated three years following intestinal resection when her body weight was 53.5 kg (BMI 23.6) . She continued to have frequent bowel movements and was almost certainly malabsorbing. She had noticed foul smelling and pale faeces which were difficult to flush. Cholestyramine therapy had no effect on the diarrhoea although some relief was obtained with codeine phosphate. A 68-year-old woman was admitted with a 3-week history of swelling of the head and neck, breathlessness, anorexia, and weight loss. She had been previously well and, apart from long-standing systemic hypertension, her medical history had been unremarkable. A life-long smoker, she also enjoyed half a litre of spirits a day and had been taking enalapril for 3 years.
Questions
On examination, stigmata of chronic liver disease were noted and her face appeared swollen with fullness in the right supraclavicular fossa. Cardiovascular examination was unremarkable apart from a blood pressure of 165/85 mmHg. Abdominal examination revealed multiple striae and hepatosplenomegaly.
Investigations of note included a haemoglobin of 10.6 g/dl and a potassium of 1.8 mmol/l. Urea and creatinine were within normal limits. Arterial blood gases showed a pH of 7.58 and bicarbonate of 53.1 mmol/l. Alkaline phosphatase was 130 U/l and y-glutamyl transferase 785 U/l. Chest X-ray showed widening of the superior mediastinum. Serum cortisol was >2000 nmol/l and urine cortisol was >9000 nmol/24 h (normal 60-250 nmol/24 h). Plasma adrenocorticotropin (ACTH) was 148 ng/l (0-50 ng/l) and ACTH precursors >1500 pmol/l (5-40 pmol/1). An 09.00 h serum cortisol after 2 mg dexamethasone administered orally at 23.00 h the previous night was > 2000 nmol/l. Investigations with higher doses of dexamethasone failed because of inability to swallow the medication. Angiotensin-converting enzyme was not elevated.
Barium swallow showed diffuse mucosal irregularity affecting the oesophagus from the level of C7 down to the aortic arch. Ultrasound of the abdomen revealed liver metastases. Endoscopy showed frank nodular oesophageal carcinoma from 25 cm to 35 cm. Histologically this was an anaplastic small-cell carcinoma, which stained positive for Grimelius and chromogranin A but immunostaining for ACTH was negative. She was started on treatment but her condition deteriorated and she died four days later. Questions 1 What is the diagnosis ? 2 Suggest two other causes for the acid-base disturbance. 3 What treatment would you have started this patient on ?
